Introduction
For over a century workers in Europe have described a variety of beech diseases amongst which the development of bark necrosis is a common factor. Of the many insects and fungi found in the necroses the most consistently reported have been the fungus Nectria spp. and the coccid insect Cryptococcus fagisuga Lind. Since the work of Ehrlich (1934) in North America it has become increasingly acknowledged that these organisms can cause beech bark necrosis, the insect being a predisposing factor to infection by the fungus, but our understanding of their roles has remained imprecise. Indeed it has not been accepted by all workers that either or both of them are the true cause of the condition named « beech bark disease » by Ehrlich (op. cit.) .
Ehrlich concluded from surveys and experiments that the fungus now called N. coccinea var. faginata Lohman, Watson and Ayers caused bark necrosis of Fagus grandifolia Ehrh. as a result of infection initiated through minute holes and fissures in the periderm produced by the feeding activities of the coccid. He observed that cortical cells were locally killed near the colonies of the insect but he considered that the development of deeper seated and extensive necrosis required the presence of the fungus. Kunkel (1968) , on the other hand, has reported that the coccid alone can sometimes cause severe damage on F. sylvatica, and Braun (1977) has stated that N. coccinea (Pers. ex Fr.). Fries, when present, merely accelerates this damage. Conversely, Lyr (1967) regarded N. coccinea as the main causal agent and showed that it could cause necrosis of moisture-stressed bark.
The disagreement on the aetiology of beech bark disease is not confined to the relative importance of one organism or another. Zycha (1951 Zycha ( , 1959 (Lonsdale, 1980 The possibility that C. fagisuga infestation, drought, nutritional stress and other factors may all favour the development of bark necrosis suggests that there is compatibility between apparently contradictory views (see fig. 4 ). There is, however, some cause for argument as to the role of N. coccinea. The views that C. fagisuga or drought can cause beech bark disease in the absence of this fungus have not been based on observations made under axenic conditions. The evidence for its pathogenicity is, however, based mainly on its frequency of association with the disease. This association merits further study and it may be that a worth while understanding of beech bark disease will depend on an improvement in our knowledge of the ecological, physiological and biochemical processes which enable N. coccinea to invade the tissues.
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